Infections with T. spiralis in mice elicit strong inflammatory responses. The nature and control of these responses, and their relationship to the process of worm expulsion, have been debated for many years. Many components of inflammation are, like worm expulsion, T cell-dependent, but some are not. The paper describes novel observations on Paneth cell responses to infection in immunologically normal mice and in a variety of T cell-deficient mice. Responses occurred normally in nu/nu and scid/scid mice but not in ß/δ knock out mice incapable of generating cells with functional TCR. However all of these mice failed to expel worms in the pattern seen in immunologically normal controls. These data are incorporated into a discussion of the causal relevance of intestinal inflammatory changes to the process of worm expulsion. 
I t has been known for many years that infections
with Trichinella spiralis (T. spiralis) in the mouse induce an acute intestinal inflammatory response (Larsh, 1975) . The kinetics of this response vary bet ween inbred strains, but in general the peak inflam matory response coincides with adult worms expulsion from the intestine, after which inflammation subsides quite rapidly. In immunologically normal mice, inflam mation is characterised by villous atrophy, crypt hyper plasia, mucosal mastocytosis, goblet cell hyperplasia and increased altered mucosal permeability (Garside, Grencis & Mowat, 1992) . These changes reflect increa sed stem cell activity and reduced epithelial cell sur vival. They are much reduced in T cell deficient mice, indicating a T cell dependency, and there is an asso ciated increase in adult worm survival, although worm loss does eventually occur. Results such as these have led to the view that the inflammatory response is T cell-mediated and also that inflammation per se plays an important role in worm expulsion. This latter view has recently been challenged as a result of work in a 
